Testicular atrophy occasionally complicates inguinal herniorrhaphy but primary hypogonadism will not arise unless the other testis is non-functioning. Primary hypogonadism in men usually develops insidiously. When it presents with vasomotor symptoms the cause may not be recognized.
CASE HISTORY
A man aged 56 began to experience severe episodic flushing and sweating one month after a right inguinal herniorrhaphy. These episodes lasted several minutes and were described as sudden drenching perspiration occurring twenty or more times a day and severe enough to wake him at least ten times every night. There was no relation to food or exercise, he had no history of chest pain or syncope and there were no ictal phenomena; he was on no regular medication, was a non-smoker and drank little alcohol; he was married with two children. During a witnessed episode no abnormalities were observed in pulse, blood pressure or temperature. Routine blood investigations, including thyroid function tests, were normal and screening for phaeochromocytoma and carcinoid syndrome was negative.
Although the herniorrhaphy had apparently been uncomplicated the patient reported that the right testis had become swollen and painful postoperatively (he had believed this to be the expected discomfort after a hernia repair). Once the pain had subsided, the right testis seemed to him smaller than it had been before surgery. He also disclosed that, as a child, he had experienced an episode of acute pain in the left testis which had resolved spontaneously. Examination of the scrotum revealed an atrophic left testis and a soft right testis, volumes 3 mL and 15 mL, respectively, when measured by Prader's orchidometer.
Biochemical investigations confirmed the presence of hypogonadism: serum testosterone 1.0 nmol/L (normal range 10.5-31.0), luteinizing hormone 27.5 mU/mL (2-12 mU/mL) and follicle stimulating hormone 54.4 mU/mL (1-12). On direct questioning he said there had been no change in shaving frequency or loss of body hair but his libido had declined and he complained of lethargy. Within 4 hours after receiving testosterone replacement via intramuscular injection (Sustanon 250 mg), the sweating episodes had resolved and they did not recur for two weeks. Lifelong testosterone replacement is to be provided by subcutaneous testosterone implants.
COMMENT
Vasomotor symptoms such as hot flushes and sweats are characteristic of the menopause in women and are most pronounced after abrupt cessation of ovarian function, as happens after oophorectomy. That a similar phenomenon can occur in men is not so well recognizedl. This presentation of primary hypogonadism is rare because in testosterone deficiency of post-pubertal onset the symptoms and signs usually develop insidiously. After acute withdrawal of androgens young men will often be troubled by severe and intractable hot flushes and similar effects are seen in older men treated by orchidectomy2 or with gonadotropin-releasing hormone (GNRH) agonists3. Men and women with flushes induced by gonadal failure (or GNRH agonists) have similar changes in forearm blood flow, but the mechanisms remain unknown4.
Ischaemic orchitis is a recognized complication of inguinal herniorrhaphy5. It manifests as a swollen, painful and hard spermatic cord, epididymis and testis. With shortening of the cord, the testis then usually retracts in the scrotum. The symptoms vary greatly in severity and may not become apparent until two to five days postoperatively, by which time the patient has usually been discharged. Resolution of the pain and swelling may take many weeks but only rarely does the testis become necrotic and require removal. 24 FEBRUARY 1998 Hypothyroidism with acute psychosis is well recognized in adultsl but rarely seen in childhood2. We report a case in a 1 2-year-old boy.
CASE HISTORY
A 12-year-old Asian schoolboy was admitted with a history of altered behaviour. He had been well until three days earlier when he had awoken at 2 am after a nightmare that his brother was trying to beat him up. Thereafter he had refused to sleep, eat or drink. According to his mother, he sat around the house with his head in his hands making bizarre statements, and appeared confused and frightened; he claimed to see people in the room with him, who were talking to him and were coming to harm him; he would point to them as if they were real, and they were causing him some distress. On the morning of admission he had wet himself and had not recognized his mother. His brother had had viral meningitis the month previously (now fully recovered) and a second brother was noted to have a cold sore. There was no history of mental disorder (in the patient or his extended family), of foreign substance ingestion, or of recent travel abroad. His weight was 30kg, which was on the third centile, and his height was 132.8 cm, below the third centile. He was very withdrawn, avoided eye contact and appeared suspicious (Figure 1 ). He looked confused and disoriented, but formal assessment was impossible because he would not communicate with the medical staff. He was blinking continuously. He was very slow to initiate movements and his movements were slow, although he was able to walk with a normal gait and his power and tone appeared normal. Reflexes were slow. The cranial nerves and fundoscopic appearances were normal. His pulse rate was 120; he was apyrexial and normotensive. He wvas prepubertal.
After specimens had been taken, including urine for toxicology and blood for thyroid function tests, he wvas started on intravenous antibiotics and acyclovir. Crani,l computed tomographic scanning, w%hich caused him s distress, showed no gross space occupying lesion. Initial biochemical and haematological indices were normal, apart from a mildly raised C-reactive protein. When the thyroid function tests returned they showed thyroid stimulating hormone > 100 mIU/L and free thyroxine < 1 nmol/L. 
